Cases of Parkinsonism after encephalitis have become a rarity because many of those patients affected during the encephalitis lethargica pandemic of 1919-1926 have died. Of the recently reported patients, most developed Parkinsonism in the acute stage of the encephalitis illness and the extrapyramidal deficits subsequently improved (Fahn, 1977) . We now report on two recent cases of progressive Parkinsonism after an encephalitic illness. IgG Cerebrospinal fluid IgG was measured by radioimmunoassay (Mingioli et al., 1978) . Oligoclonal banding was detected by agarose gel electrophoresis using the panagel system (Millipore, Inc) (Johnson et al., 1977 (Lennette and Schmidt, 1969) .
Results
Cerebrospinal fluid cell count, protein, and IgG levels in both patients were within the normal range by the time of this study.
Both patients had two definite oligoclonal protein bands in their CSF. Serum electrophoresis did not show any oligoclonal IgG bands.
Six patients with idiopathic Parkinson's disease had a normal IgG and no oligoclonal bands in the CSF.
Serum antibody titres were normal in the two patients with postencephalitic Parkinsonism and in the patients with idiopathic Parkinson's disease. Neither group had detectable CSF antibody to any of the viruses tested.
Discussion
Both patients developed a progressive form of Parkinsonism after an encephalitic illness. In the first case there was a delay of 10 years, but in the second case Parkinsonism developed in the acute stage and subsequently progressed. This is similar to the pattern shown in the cases of Parkinsonism which followed the epidemic of encephalitis lethargica (von Economo, 1931) but is unlike all the recent cases described in which Parkinsonism developed in the acute or convalescent stage of the illness and later improved (Fahn, 1977) . The sleep reversal seen in the first patient was comparable to that seen in many patients with epidemic encephalitis lethargica, and the presence of palatal myoclonus and the respiratory disturbance in the second case was also reminiscent of the disturbances described during this pandemic. However, neither of our patients displayed other features of postencephalitic Parkinsonism, such as disturbance of eye movements, oculogyric crises, or psychiatric abnormalities, and no definite cases of encephalitis lethargica have been described since a few reports appeared in the 1950s (Bickerstaff and Cloake, 1951; Espir and Spalding, 1956 ).
Influenza A virus antigen has been described in the hypothalamus and midbrain from six patients with Parkinsonism after encephalitis lethargica (Gamboa et al., 1974) , and it seems likely that this virus was the cause of the pandemic (Fahn, 1977) . The incidence of Parkinsonism in other forms of encephalitis is far less common, although it has been documented after western equine (Mulder et al., 1951) . Coxsackie B (Walters, 1960) , Japanese B (Richter and Shimojyo, 1961) , measles (Meyer, 1943) , and possibly polio virus encephalitis (Duvoisin and Yahr, 1965) . The mechanism of production of the Parkinsonism is unclear, but in the acute cases it is presumably caused by direct damage by the virus to the substantia nigra or the striatum. The cause of the cell death in cases with delayed onset of Parkinsonism is unknown and could be the result of persistent virus, or secondary to an autoimmune phenomenon.
It is, therefore, of some interest that in our patients oligoclonal bands were found in the CSF. These bands are usually present in diseases known to be caused by chronic viral infection such as subacute sclerosing panencephalitis or a presumptive viral infection such as multiple sclerosis (Link and Muller, 1971) ; in the former disease they are largely due to anti-measles antibody (Noorby and Vandvik, 1975) 
